. Higher magnification of hyperplastic bovine mammary gland. The alveoli were lined by low to medium columnar epithelium with vacuolated cytoplasm. Hematoxylin and eosin.
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A 13-week-old male Burmese kitten was examined because of increasing lethargy, depression, and crying as if in pain. The kitten had been obtained from a private owner. There were 5 kittens in the litter and 1 other adult cat in the household. One of the littermates had died of an undiagnosed "fading kitten syndrome" when he was 5 weeks old. The queen was healthy and had tested negative for feline leukemia Two weeks before becoming ill, the kitten became lame after a fall. On the second day of his illness, the kitten was knuckling over on his left front leg. The following day, he was unable to stand or walk, although he continued to eat normally.
On physical examination, the kitten was depressed, afebrile, and weak and had a left-sided hemiparesis. Both third eyelids were prolapsed. Crossed extensor reflexes were present bilaterally. Flexor or patellar reflexes were normal. A white blood cell count was unremarkable, and a fecal flotation was negative for parasites. The kitten was FeLV negative. Because of the rapidly deteriorating condition and the poor prognosis, the kitten was euthanized and necropsied.
There were no gross lesions. Specimens of liver, kidney, lung, intestine, spleen, cervical thoracic and lumbar segments of spinal cord, and the entire brain were fixed in 10% buffered neutral formalin. Paraffin-embedded 5-µm-thick sections were stained with hematoxylin and eosin (HE) and examined microscopically. Retrospectively, deparaffinized sections of spinal cord were stained with sera raised in rabbits against Toxoplasma gondii, Neospora caninum, and Sarcocystis cruzi as described previously. 1, 4, 10 Microscopic lesions were confined to the brain and spinal cord. There was a severe meningoencephalomyelitis characterized by perivascular infiltrates composed of mixed mononuclear inflammatory cells (Fig. 1A-1C ) and necrosis of the neuropil and vasculitis (Fig. 1B) . In the brain, the major lesions were in the cerebral cortex and caudate nucleus, with multifocal areas of intense inflammation and associated necrosis, widespread edema, and gemistocytic astrocytosis in the underlying subcortical white matter. In contrast, throughout the spinal cord and medulla oblongata the salient changes consisted of prominent perivascular cuffs of lymphocytes, plasma cells, and mononuclear cells in the gray and white matter, with mild inflammatory cell infiltrates in the neuropil. Most parasites seen were in 1 segment of the spinal cord. Schizonts and merozoites were seen in neurons and in unidentified cells in neuropil ( Fig. 1A, 1B , 1D-1G). In 1 neuron, merozoites were seen in the cytoplasm without a parasitophorous vacuole. The parasite divided by endopolygeny, a divisional process in which the nucleus separates into several lobes before merozoites are formed. Occasionally, a halo surrounded individual merozoites and schizonts (Fig.  1D, 1E) . The schizonts were 3-10 x 5-20 µm and contained up to 20 merozoites measuring 1-1.5 x 2-5 µm. Individual merozoites had a central prominent nucleus (Fig. 1D) . In HE-stained sections, protozoans were not distinct from host cells. Immature schizonts were few and were identified only after intensive search. One schizont contained merozoites arranged in a rosette. One 20-x 10-µm immature schizont had 4 nuclear lobes, each with a prominent nucleolus. Protozoa did not react with antisera to T. gondii and N. caninum but did react mildly to Sarcocystis cruzi antiserum.
Toxoplasma gondii, Neospora caninum, and species of Sarcocystis are the major coccidian parasites that can cause encephalomyelitis in domestic animals. 2,3,9 Among these 3 organisms, T. gondii is the only protozoan known to cause encephalomyelitis in cats under natural conditions. Although N. caninum can experimentally cause encephalomyelitis in cats, there is no known case of natural feline N. caninumassociated encephalomyelitis. 2 The parasite in this cat was not compatible with T. gondii or N. caninum because of structural and antigenic differences. The parasite did not react to T. gondii and N. caninum antisera, and the parasite nucleus divided into more than 4 nuclei, whereas T. gondii in cat brain divides only into 2 nuclei.
Species of Sarcocystis follow a 2-host life cycle. 9 The asexual cycle (schizonts) occurs in the intermediate herbivorous host, and the sexual cycle (gamonts) occurs in the intestines of the carnivorous definitive host. Cats act as definitive hosts for several species of Sarcocystis in herbivores (S. hirsuta of cattle, S. medusiformis and S. gigantea of sheep, S. molei of goats, and others), 9 but none of these species are known to parasitize extraintestinal organs of cats. Occasionally, S. felis, with an unknown life cycle, forms sarcocysts (muscle cysts) in skeletal muscles of cats; nothing is known of its pathogenicity. 6 Recently, another group of Sarcocystis-like parasites has been recognized as causing fatal encephalomyelitis in horses, dogs, raccoons, and mink. 4, 5, 7, 8 The schizont is the only stage known in the life cycle of these newly recognized Sarcocystis organisms; the parasite in horses is S. neurona, and the parasite in dogs is S. canis. Sarcocystis neurona schizonts and merozoites have been found only in the central nervous system, whereas S. canis schizonts are also found in other tissues. 4,8 All known Sarcocystis species and Sarcocystis-like organisms tested cross-react with S. cruzi polyclonal serum prepared in rabbits. 4,9 Therefore, S. cruzi antiserum has been used often as an aid in the diagnosis of these newer types of Sarcocystis species with an unknown life cycle. This is the first report of Sarcocystis-associated encephalomyelitis in the cat.
